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Expression of PXDN in patients with breast cancer and its

clinical value for the prognosis
SONG Lin' ZHANG Ning*
('Department of Clinical Laboratory, Hubei Provincial People’s Hospital, Wuhan, 430060, Chi-
na;’Department of Endocrinology, Hubei Provincial People’s Hospital East Hospital)

Abstract  Objective: To explore the expression of PXDN in breast cancer and its clinical value for the prognos-
tic prediction. Method: Expression of PXDN in fifty-five breast cancer tissues and thirty benign nodule tissues were
detected by using reverse transcription-polymerase chain reaction and immunohistochemical staining, respectively.
The over-all survival and disease-free survival curve was drawn by Kaplan-Meier method in different PXDN ex-
pression group,independent prognostic factors were analyzed by Cox proportional hazards model. Result: The ex-
pression leves and ICH scores of PXDN were increased in the breast cancer tissues when compared to the benign
nodule tissues,there was a significant difference between the two groups(P<C0. 05). PXDN expression was closely
correlated with lymph node metastasis, negtive status of ER and PR(P<C0. 05) ,but not with age, tumor size, TNM
stage, Her-2 status(P=>0. 05). The median disease-free survival time of the high PXDN group were 53 months,and
61 months in the low PXDN group, there was a significant difference between the two groups(y* =4.185,P =
0. 041). The median over-all survival time of the high PXDN group were 64 months,and 73 months in the low PX-
DN group,there was a significant difference between the two groups(y’ =4.315,P=0.038). Cox multivariate re-
gression analysis showed that ER, PR, Her-2 status was independently associated with disease-free survival of
breast cancer,wheras ER,PR,Her-2 status and PXDN expression was independently associated with over-all sur-
vival of breast cancer(all P<C0. 05). Conclusion: PXDN is upregulated in breast cancer. PXDN is an independent
prognostic indicator of over-all survival time in patients with breast cancer.
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